spermatic vein blood were decreased indicating a partial deficiency of 17\g=b\-hydroxysteroiddehydrogenase in the tumoural tissue. A follow-up study revealed that the contralateral testis did not respond to hCG although the sex steroid concentrations in the peripheral plasma were within normal limits. Plasma gonadotrophins remained elevated. These results demonstrate that this Leydig cell tumour secreted high amounts of androstenedione into the blood and that the contralateral testis exhibited an impaired androgenic function.
Interstitial cell tumours of the testis are rare and represent less than three per cent of all testicular tumours (Guinet 1979) . These tumours are well delineated and encapsulated while the resulting clinical manifestations are heterogeneous. In young males, the tumour is usually associated with precocious puberty (Turner et al. 1976 ). In adults, the clinical picture and steroid levels are variable. Thus, 10 to 30% of the patients have signs of feminization (Gabrilove et al. 1975 ) with gynaecomastia and elevated oestrogens (Shimp et al. 1977) associated with normal or low androgen levels (Selvaggi et al. 1973) (Fig. 3 ). Stimu¬ lation with hCG did not result in any increase in androgen concentrations indicating that the con¬ tralateral testis did not respond to gonadotrophins 10 months after surgery (Fig. 2) .
Twenty-eight months after surgery, the sex ste¬ roid levels including androstenedione were all normal. Levels of LH (59 mU/ml) and FSH (64 mU/ml) remained elevated. (Herwig & Vinson 1978; Weill et al. 1978) while the oestrogen levels were elevated (Selvaggi et al. 1973; Weill et al. 1978 ). The elevated circulating oestrogens can suppress the pituitary gonadotrophins and lead to the atro¬ phy of the non-neoplastic testicle, impaired spermatogenesis and decreased testosterone secretion (Selvaggi et al. 1973 ). In some carcinomas, the hormonal pattern can closely resemble that seen in patients with virilizing adrenal carcinoma (Lipsett et al. 1966 ) with elevated androgens, oestrogens and 17-hydroxyprogesterone. In others, such as the patient described by Davis et al. (1980) , the pattern resembles that seen in patients with con¬ genital absence of 17-hydroxysteroid dehydrogenase with markedly elevated serum levels of 4, elevated LH and Ei levels and low T.
Our normal plasma androgens levels, as well as the levels found in the non-tumoural testicular tissue are in the same range as the published data (Hammond et al. 1977 (Hammond et al. , 1978 Davis et al. (1980) and that part of the circulating testosterone originates either from the peripheral conversion of a high circulating androstenedione level (Wegienka & Kolb 1967) or from the nontumoural testicular tissue and the contralateral testis in response to the high level of LH. In favour of the latter hypothesis, the plasma level of testo¬ sterone is normal after surgery while the plasma concentration of androstenedione has decreased 2.5-fold. Sharma et al. (1967) have also reported such a patient with a virilizing interstitial cell tumour and a defect in 17ß-hydroxysteroid dehy¬ drogenase as demonstrated in vitro.
Plasma dihydrotestosterone levels were found to be in the normal range in the periphery while they were below normal in the spermatic vein (Fiorelli et al. 1976 ). 5a-androstane-3a,l7ß-diol concentra¬ tions were slightly increased in the plasma (Kinouchi & Horton 1974) and normal in the tumour and spermatic vein (Moneti et al. 1980) . Peripheral plasma oestrone levels were mode¬ rately elevated compared to our normal values which are lower than the published data (Purvis et al. 1975 (Martikainen et al. 1982 ) is derived from the tumour or the testicular tissue surrounding the tumour. The peripheral ratios of testosterone vs oestradiol were greater than 100, which could explain the absence of gynaecomastia (Gabrilove et al. 1975 ).
The tumour was not completely autonomous since an increase in the plasma levels of 4 and were seen upon gonadotrophin stimulation while, 10 months following ablation of the tumour, the contralateral testis failed to respond to hCG stimu¬ lation and remained soft and atrophie.
In view of the results obtained after surgery, namely the increase in the basal levels of LH in the presence of normal steroid levels, the lack of re¬ sponse to hCG and the exaggerated LRH response, it would appear that the remaining testis presents an impaired function of the Leydig cell. This defect in conjunction with elevated plasma oestrone, could also be partly responsible for the elevated level of LH seen before surgery.
